RPLEhas often been associated with diverse, mostly systemic disorders that include hypertensive encephalopathy, eclampsia, and the use of cyclosporine A, tacrolimus, interferon alpha, and erythropoietin. Transfusion-related occurrence of this syndrome has also been described with angiographic evidence of vasoconstriction (4). In this issue, Tajima et al (2) reported this syndrome in two previously healthy young women.
See also p 54.
Their neuroimaging studies disclosed arteriopathic changes confined to the posterior cerebral artery. The report illustrates a similar, if not identical disorder to RPLEhaving occurred without apparent underlying diseases. Thus, some unknown angiopathic processes may give rise to a similar clinical picture. Migraine and the use of oral contraceptive remain possibilities.
The autopsy report by Obhu et al (3) is of importance in providing proof of the reversibility of this syndrome.
See also p 73.
A patient with progressive systemic sclerosis developed RPLE in the setting of respiratory decompensation due to pulmonary fibrosis. Although she recovered from RPLE, she subsequently died of intestinal perforation. The autopsy revealed no cerebral pathology to account for RPLEexcept for some patchy gliotic changes. However, there are two questions that are to be answered. One is if the syndrome is truly reversible. The question reminds me of a case I encountered many years ago (5). A womanin hyperemesis gravidarum developed cortical blindness and agitated delirium. Although improved, she remained severely disabled due to persistently constricted vision and mental changes. Technetium brain scanning, which was the only neuroimaging tool available at the time, disclosed prominent bilateral posterior isotope uptake for a prolonged period of time.
Also, my recent experience (unreported) of a womanwith thyrotoxic crisis was a regrettable one. She did develop, what was considered to be RPLEby computed tomography (CT), following a bout of convulsions, but she died several days later without regaining consciousness. Although the reversibility has been emphasized in this particular syndrome, it will be important to promptly recognize the offending drugs and deranged metabolic state or hypertension, if any, and to treat the problem accordingly. Otherwise, it is likely that one may remain with residual neuropathological and clinical deficits. In fact, there likely are cases of "irreversible" posterior encephalopathy, although not often reported (6, 7). The second question to be answered is whether or not the process is restricted to the white matter (leukoencephalopathy). Several subsequent reports in fact contain magnetic resonance (MR) imaging abnormalities beyond the white matter in the cortical gray. It is conceivable that, ifangiospasm or angiopathy together with vascular leakage process is responsible for the syndrome, the cortical gray matter may not be an exception, despite the fact that vasogenic edemais more prone to occur in the whitematter.
Although there are reports demonstrating similar clinical pictures with different offending settings, some other considerations are necessary to totally understand RPLE. Several reports (2, 4) have shown apparent arteriopathic or angiospastic processes in the posterior cerebral artery. The recent case report of postpartum cerebral angiopathy by Sugiyama et al (8) may illuminate the other side of the problem. Accumulated evidence indicates that isolated angiitis of the central nervous system (CNS), a vasculitic disease with an unfavorable prognosis, may not be unfavorable, when it occurs in puerperium. Indeed, benign postpartum angiopathy may not be posterior dominant and involve multiple intracranial arteries with varying ischemic complications (9). Both RPLEand benign angiopathy are often associated with pregnancy or puerperium, suggesting that they mayshare a similar pathogenesis. It is myopinion that the reversibility and the localization to the white matter maybe related to the magnitude and duration of the underlying process. Although the syndrome of RPLE mayrepresent a preferential involvement of the posterior cerebral hemispheres , the term "reversible leukoencephalopathy" should be used with caution. Otherwise, one may be mislead by the term and the prompt treatments necessary for "reversal" of the syndrome may not be initiated. This point was in fact emphasized in the original report ( 1 ). More appropriate terms to describe this particular syndromeare desirable. 
